A C O M P L I C A T I O N O F W E R N I C K E ' S E N C E P H A L O P A T H Y

WALTER
Wernicke's encephalopathy (WE) is characterized by a classic triad of ocular abnormalities (eg. nystagmus, ophthalmoplegia, pupillary changes, ptosis, retinal hemorrhages, and papilledema), ataxia and abnormal mental state, and is caused by deficiency of thiamine 10. Strub 1 2 recently described a patient suffering frontal lobe syndrome as a consequence of bilateral globus pallidus lesions of unclear etiology. We describe a patient who developed W E during total parenteral nutrition 1.3,6,9. As a late complication, bilateral globus lesions leading to a frontal lobe syndrome was detected. His thought content was normal, but there was a marked recent memory impairment. His speech was normal, but truncal and limbs ataxia were present, and he could walk only with support. All deep reflexes were present and normal, except the achilleus. Global hypotonia was unchanged. Grasping and sucking reflexes disappeared. Nystagmus could be elicited but was not marked, and the complaints of diplopia and sixth nerve palsy disappeared. Three months later the patient was reviewed, and his wife complained of his lack of general and sexual interest, tendency to be isolated, short periods of irritability, without euphoria or bouts of crying. He gained weight and was going to be overweight, but hyperphagia could not be diagnosed. He was not properly sad and his thoughts were not melancholic. Retrograde amnesia and confabulation were absent, but his ability to learn, or to form new memories was greatly impaired. Alternating sequencing tasks were bilaterally impaired 11. Although the diagnosis of depression could not be established with certainty, imipramine 75mg ad was tried for three months without success. In December 1989, a CT scan disclosed bilateral small low density areas in the region of globus pallidus (Fig. 1) . The patient was reexamined at this time, and his mental status and neurological examination were unchanged. found that patients with multiple lacunes, mostly involving the basal ganglia, were impaired in several tests sensitive for frontal lobe dysfunction.
CASE, R E P O R T OS, a 38-year-old man was admitted in
COMMENTS
In addition, most of these patients showed an apathetic behavior.
We also should keep in mind that the classical clinical picture of WE, as observed in our case, is rare 4 . Coma is an importante but unusual feature of acute WE 2,13. In fact, WE diagnosis should be suspected in alcoholics presenting in coma without localizing signs.
Such patients should receive empirically intravenous thiamine while other causes of coma are excluded 13.
Hypotension and hypothermia, as observed in our case, may be related to hypothalamic involvement, causing impaired autonomic regulation 3.
